SEVERAL variant forms of the BHK21 -C1 3 cell line have been established from the rare survivors of mutagenized cells lytically infected with adenovirus 5 (Meager et al., 1975) . These variants differed markedly in morphology, growth properties, serum requirements, anchorage dependence and agglutinability with lectins, but all displayed T antigen. The exposure of cell-surface proteins and glycoproteins, as indicated by labelling with lactoperoxidase-catalysed iodination, showed a number of striking differences among the several variants and between these variants and parental BHK cells (Meager et al., 1975; Nairn and Hughes, 1976) . In particular, a glycoprotein of nominal mol. wt 250,000 (i.e. 250 K) (Hynes, 1974; Vaheri et al., 1976) , present on the surface of normal untransformed BHK cells at confluency, was reduced or absent in some variant cell lines, while others displayed normal surface expression. In this study we report the ability of several of the transformed BHK variants to induce tumours in hamsters and immunosuppressed mice. Cell lines established from solid tumours growing in animals inoculated with variant cells all lack the 250K glycoprotein but otherwise resemble the inoculated parental cells.
The adenovirus-transformed cell lines Accepted 12 January 1978 and their properties (Meager et al., 1975) (Table  II) . Each line was propagated serially in vitro, and after 3-5 passages stained positively (Meager et al., 1975 ) for adenovirus T antigen. Microscopic examination determined that in the case of the flat polyploid cells A1/3 x D and A1/3 x Dl the morphology of the derived tumour cell lines reflected that of the particular cell line producing the tumour. However, cell lines derived from tumours produced by F1/A4 were always predominantly fibroblastic. The general growth characteristics of the tumour lines FI/3A4Tl and T2 were similar to those of the input cells (Table II) (Table   II) (Table II) . The tumour cells harboured adenovirus T antigen and, furthermore, were sensitive to complement-mediated lysis in the presence of anti-BHK21-C13 serum, showing their origin.
The 250K glycoprotein species is present to varying extents in different adenovirus-5-transformed BHK cell lines (Meager et al., 1975) . Thus, AL/3 x D and A1/3 x DI lines exhibit similar amounts of this glycoprotein to normal BHK cells (Fig. lA) whereas in F1/3A4 it appears to be absent or undetectable (Fig. iB) . However, after 10 or more serial passages the small round cells were completely replaced by fibroblastic cells, and when these "revertant" cells were examined (Fig. IC) they showed iodination profiles more similar to normal BHK cells. In particular, a prominent 250K species appeared. The labelling profiles of tumour cell lines FI/3A4TI, F1/3A4T2 and Al/3 x DT, seemed to be very similar to one another ( Fig. 2A-C) . Each profile consisted of 2 major radioactive bonds, and none of the cell lines showed a major peak of radioactivity corresponding to a molecular weight of 250K.
Summarizing, no simple correlation between expression of 250K glycoprotein or other growth-related properties and tumorigenicity was apparent, in agreement with others (Berman, 1975; Glimelius et at., 1975) . The heterogeneous nature of transformants produced by adenoviruses, and the observed cell heterogeneity within any established cell line of adeno-transformant, make it quite possible for a number of highly tumorigenic variants to exist. Consistent with this was the observation that cell lines derived from tumours produced by the small round cell line, F1/3A4 consisted of malignant fibroblastic cells. The similarities between the surface expression of glycoproteins of the various tumour cell lines, especially the very similar surface-labelling profiles of tumour glycoprotein expression (Chen et al., 1976) . Although the functions of this ubiquitous surface glycoprotein are unknown (Hynes, 1974; Vaheri et al., 1976) 
